A 74-year-old man developed proximal muscular weakness and wasting of the left upper extremity without sensory disturbance or myelopathic symptoms. The muscle atrophy had not progressed for a few years. Radiological examination of the spine showed cervical disc herniation. These findings and electrophysiological studies excluded motor neuron diseases, permitting the diagnosis of dissociated motor loss syndrome. Interestingly, delayed computerized tomographic myelography disclosed cavities in the anterior horns of the spinal cord, which coincided with the clinical symptoms. Previous radiological and pathological examinations showed formation of such cavities within the spinal cord resulting from chronic compression, which was followed by ischemic change. In this context, the present case supports ischemia as a cause of dissociated motor loss syndrome.
Introduction
Dissociated motor loss syndrome was first described by Keegan (1) . This syndrome, which is almost the same clinical entity as cervical spondylotic amyotrophy described by Sobue et al (2) and Yanagi et al (3) , is a unique disorder of the cervical spine, characterized by marked muscle wasting of the upper e xtremity without sensory disturbance or myelopathy.
These neurological manifestations may be mistaken for motor neuron diseases (MND Routine laboratory studies were normal except for mild elevation of creatine kinase. Cerebrospinal fluid examination was normal. Needle electromyogram study revealed positive sharp waves in the left deltoid and biceps muscles, but no abnormality in the muscles of the paraspinal area or lower extremities.
Myelography and magnetic resonance imaging (MRI) of the neck (Fig. 1) showed cervical disc herniation, which compressed the spinal cord at C3/4, C4/5, C5/6 and C6/7. Delayed computerized tomographic myelography ( Fig. 2) and MRI of the cervical cord disclosed a flattened cord at C3/4 and C4/5, and cavities in the anterior horns of the spinal cord at C-4, C-5 a nd C-6.
Steroid therapy was no longer effective. He was able to take care of himself, and refused any operations for the cervical disc herniation. After discharge, the muscle weakness and wasting showed no significant progression and motor strength in the legs maintained normal for next one year.
Discussion
The present case showed localized muscular wasting, which was non-progressive for several years, without sensory disturbance. Electromyogram revealed denervation activities in the atrophic muscles. Radiological examinations disclosed cervical herniation which compressed the spinal cord. MND was Figure 2 . A) Delayed computerized tomographic myelography shows flattened cord at the C4/5 level. B) Delayed computerized tomographic myelography demonstrates two small highintensity areas within the medulla at the C5 level. High-intensity area of the left side is located in the anterior horn of the spinal cord.
ruled out by the long clinical course, symptoms and electrophysiological study, permitting the diagnosis of dissociated motor loss syndrome. Keegan first described this syndrome (1). In his report, he noted flattening of a cervical nerve root due to large spondylosis. He suggested that the dissociated motor loss in the upper extremities was due to discrete compression of the motor roots intradurally by posterolateral spondylosis. He also showed normal anterior columns and horns, excluding cystic degeneration as a cause of this unique syndrome. However, not all the clinical symptoms coincide with the level of spondylosis or disc herniation, supporting ischemia of the anterior horn as a cause of this syndrome rather than c ompression of the motor root alone.
Iwasaki et al (4) described a high density area that resembled "fried eggs" in the gray matter of the spinal cord near the abnormal cervical disc in delayed CT myelography.
It was of interest that delayed CT myelography of the present case also Pathological change of the spinal cord caused by chronic compression has been described previously (7-9). Hashizume et al (7) disclosed that chronic compression by a cervical lesion affected the gray matter more severely than the white matter and formed cavities within the spinal cord. In the present case, steroid therapy was effective transiently, indicating the presence of edema within the spinal cord resulting from ischemic change.
Iwasaki et al (4) and Mair and Druckman (10) suggested that chronic compression of the spinal artery by a cervical lesion leads to ischemia, resulting in the formation of the intra-spinal cavity. On the other hand, Taylor and Byrnes (1 1) showed that anterior horn cell damage below the level of cord compression occurred from hypoxia secondary to interference with venous drainage by the compressive lesion ( 1 2 
